consequences of presentation of the funis are such as make active interference necessary at one time or another ; and that the results hitherto obtained from the practice of waiting until imminence of the danger imperatively calls for interference have been extremely unsatisfactory. My own experience leads me to the conclusion that much better results can be achieved by at once recognising the evil tendencies of funic presentation, and by attempting to forestall or to minimise them by adopting the line of treatment above advocated.
Secondly, it may be urged that some~f the proposals upon which I lay most stress are largely impracticable, inasmuch as we seldom see labour-patients until towards the termination of the first stage, and very commonly not until after the" membranes have ruptured. On this point each one must answer for his own practice. For my own part, believing that there are many cases, unrecognisable by an average nurse, in which skilled aid is very desirable, if not absolutely essential, during the first stage of labour, I always ask to be sent for as soon as labour has set in. I do not, of course, maintain that it is our duty to remain in constant attendance upon our patient--a primipara, perhaps--throughout the length of a protracted first stage, but that we should make it a rule to see her as soon after its beginning as possible, and afterwards at sufficiently frequent intervals to satisfy ourselves that nothing is left undone which could contribute to her or the child's safety. If so much be not done, whenever possible, there is a failure in duty towards the patient ; and if it be done, a presentation of the funis must be recognised betimes, and treated promptly.
ART. ~V'.--The Pathology and Treatment of Puerperal JEelampsia. ~ By JOHN W. Br~Rs, M.A., M.D. ; Physician for Diseases of Women to the Royal Hospital, Belfast; and Physician to the Belfast Hospital for Sick Children; Fellow of the Obstetrical Society of London, and of the British Gyna~cologieal Society, PUERPERAL eclampsia is one of the most serious and alarming complications met with in the practice of midwifery. The extreme suddenness with which it often occurs, as well as the great fatality with which it is attended, are surely circumstances which demand that we should give to the study of this subject our most serious a l~ead before the Ulster Medical Society, Thursday, April 22nd, 1886. thought and attention. Now I am sorry to have to admit that we are still in great doubt as to the exact pathology of this disease, a~d, what is of probably greater practical interest, there is considerable diversity of opinion among obstetricians as to the proper line of treatment to adopt when this complication occurs. I purpose iu this paper to discuss the pathology and treatment of eclampsla ; but. before doing so, let me give the details of some cases that have come under my own observation :-CASE I.--S. H, ~ged twenty-four, a primipara, slngle, was admitted to my ward in the Royal Hospital, Belfast, in an uhconscious condition, on the afternoon of Friday, March 12th, 1886, with the history that she had suddenly "taken a fit" on the previous day, and that she had from that time remained unconscious. She was comatose on admission, and froth and blood were noticed on her lips (subsequently shown to depend on a laceration of the left side of the tongue). She had a convulsion at 5 30 p.m, and another at 6 45 p.m., immediately after the occurrence of which I saw her. She was then breathing heavily, in a semi-comatose condition ; pupils dilated, insensible to light ; pulse 90, full, strong, and incompressible. First sound prolonged at apex; no oedema of face, extremities, or of any part of body. Under anmsthesia, I passed a catheter ; but, as she had voided urine immediately before, none was withdrawn. On abdominal examination the uterus was found to extend as high as a line midway between the umbilicus and ensiform cartilage, and the foetal heart was heard between the umbilicus and the left anterior superior spine. A pelvic examination showed that the vagina was roomy, and secreting mucus copiously; os about the size of a shilling; membranes unruptured; head presenting. I passed a bougie (previously carefully carbolised) well up to the fundus, between the uterine wall and the membranes, to accelerate labour 7 and ordered the patient to have a drop of croton oil on the back of the tongue and an enema of chloral and bromide at once, and to be repeated in four hours. She had a convulsion at 8 30 p.m, and another at 11 30 p.m. ; at 12 30 a.m., the os being about three-fourths dilated 7 I ruptured the membranes. In about quarter of an hour she became restless and groaned as if in pain, and at the same time the uterus 7 on abdominal examination, was felt to contract ; these pains recurred every ten minutes, until 2 30 a.m, when an eight-months' foetus was expelled dead. The placenta was easily expressed 7 and there was nopost-partum h~emorrhage. On the next morning she was still semicomatose; pulse 907 strong but not so hard; there had been no more convulsions. Ten ounces of muddy urine were withdrawn ; it was onesixth albuminous, had asp. gr. of 10257 and on microscopic examination contained renal epithelium and some casts. She remained in a drowsy, dazed condition for two more days. On the morning of the 15th she was quite eonscious~ but recollected nothing of what had occurred. The urine, which was now passed voluntarily, contained about oneeighth of albumen, but on the 17th this had disappeared. The patient's convalescence was uninterrupted; she was up on the 23rd~ and left hospital two weeks after admission. CASE II.--On the morning of the 7th of July, 1880, I was hurriedly summoned to see a lady, aged eighteen, nine months married, who was found by her husband to be unconscious and unable to speak to him. On my arrival I found her in a convulsion (this was the first). Examination showed she was about seven months pregnant, but labour had not set in. Her own medical attendant joined me immediately. The urine (drawn off by catheter) we found loaded with albumen. The fits recurred at intervals of about twenty minutes, but were moderated by the inhalation of chloroform. She was given croton oil and chloral. The membranes were ruptured, the os dilated, and in the evening a dead child was delivered with the forceps. She never rallied, however, and sank one hour after the birth of the child. This was the worst case I have seen, as the convulsions, although diminished in severity by the chloroform, came regularly about every twenty minutes for twelve hours, and the patient was comatose from the time I first saw her until her death.
CASE III.--On Feb. 8th, 1885, I was called to see a pluripara, who, in her fourth pregnancy, had been seized suddenly with a convulsion. She was comatose, and on examination I found her about six months pregnant, but not yet in labour. She was treated with croton oil and chloral, the membranes were ruptured, and in two hours she gave birth to a sixmonths' foetus. She had two more fits. Her urine was albuminous, but this gradually cleared up, and she made a perfect recovery. She had never had such a complication in her previous confinements. CASE IV.--I was attending a primlpara, aged twenty-one, on the 13th of November, 1880, when quite suddenly--the os being about threefourths dilated--.she was seized with a severe convulsion. As soon as possible she was delivered with forceps, under chloroform, of a living child. She was given chloral and bromide. Her urine was one-fourth albuminous, had asp. gr. of 1026, and contained casts. She made a good recovery, and had three fits altogether, one before and two after delivery. Two years afterwards I attended her in an acute attack of Bright's disease~ when she had general (edema and congestion of the lungs. Her urine then contained casts and albumen. A year after this she had an easy confinement, labour lasting only two hours. The child born aL this time, during its first year was subject to frequent attacks of convulsions, the cause of which I could not discover.
In considering the pathology of puerperal eclampsla, the fact that in the great majority of cases there is albumen in the urine---t clinical observation first made by Lever in 1842--at the outset demands our attention. That I am not exaggerating the frequency with which albumen occurs in association with eclampsia will be admitted when it is borne in mind that out of all the cases of puerperal convulsions met with at Guy's Charity during the last forty years, in which the urine was examined, in only two was albumen never detected; one of these was a case of arachnitis, in the other the convulsions were preceded by severe post partum hmmorrhage."
What is the cause of this albuminuria ? In reply to this question a number of different views have been put forward :-L-The pressure theory of Lever. According to this, the oldest view, the albuminuria is due to the passive hypermmia of the kidneys, caused by the enlarging uterus compressing the renal veins. In favour of this explanation we have--(l) the great frequency of albuminuria in primigravid~e, in whom, owing to the rigid abdominal walls, pressure acts at a greater advantage; ('2) the greater frequency of the complication when the uterus is larger than normal, either from the presence of twins or from excess of liquor amnii; (3) the frequent disappearance of the albumen after delivery. But against this view there are tlle following arguments :-a. The pressure is not enough. b. The albumen often appears (third or fourth month) at a time when the uterus is not sufficiently large to exercise any pressure on the renal veins. In reference to this question of pressure I cannot do better than quote Dr. Matthews Duncan's vigorous words :--" You would'scarcely belleve--yet it is quite true--that men state, as if it were a fact, that there is great pressure upon the liver and upon the kidney in pregnancy, and proceed to reason upon this, not only to found theories of disease upon it, but also plans of treatment, and all the time they have never given even the slightest good reason for believing that there is any increase of pressure. Surely the first thing in such circumstances is to demonstrate the increase of pressure, but not one of the authors Galabin's Midwifery. P. 290.
I have alluded to ever seems to dream that that is the first thing. You must prove that there is pressure before you proceed to build upon it as the cause of disease, and as the basis of a line of treatment. There is no evidence, but rather to the contrary, that there is any increase of pressure upon the liver or the kidney in pregnancy. Again, if you turn to the clinical view of the matter, and regard eases of large fibrous tumours and of large ovarian dropsies, you will see nothing to confirm the belief that pressure has anything to do with producing disease of the kidneys or of the liver ; for in those eases we might expect far greater pressure than in pregnancy, in consequence of the frequently far greater size of the tumours." a A modifieatlon of this pressure theory was brought before the Obstetric Seetlon of the International Medical Congress of 1881, in London, by Professor Halbertsma, of Utrecht--viz., that it is the ureters that are compressed by the uterus, b In favour of this view it is urged--(1) that the ureters have been found dilated by the pressure of fibroids, and (2) Lohlein states in a paper that in 25 per cent. (8 out of 3~ eases) of the deaths from puerperal convulsions he found dilatation of one or both ureters, and in 3 per cent. of deaths from other causes2 II.~Another theory is that the albuminuria depends on the circumstance that the function of the kidneys is disturbed, from the fact that they have an increased amount of work to do in eliminating the exerementitious matters of the foetus and enlarging uterus.
1]I. The theory of increased arterial tension has been put forward by some as the explanation of the complication. We know that in pregnancy there is an increase of the general arterial tension, and the local circulation in the renal area must be very much disturbed during labour-pains.
IV. Dr. Tyler Smith thought the albuminuria depended on alterations in the renal circulation through a reflex influence having its origin in the uterus. Now, although some of these causes may, in certain cases, have an influence in disturbing the function of the kidneys, yet I am rather inclined to adopt the view that when puerperal convulsions occur there is really some temporary or permanent disease of the kidneys. In support of this view let me give the following m~unmnts :--1. In eclampsia the condition of the urine indicates some decided interference with the function of the kidney. It often contains albumen, blood, renal epithelium, and casts. It is scanty, and at times there is a history of its having been suddenly suppressed.
2. Seven fatal cases recorded by Braun showed, on macroscopic examination, diseased kidneys ; and in eight others the microscopic appearances were similar. Bourneville has given details of four fatal cases; in three there was acute tubal nephritis, in the fourth there was disease of the intertubular tissues. Dr. Angus Macdonald, in his admirable paper " Oil the Essential Pathology of Puerperal Eclampsia," relates particulars of two fatal cases (examined by Professor Hamilton) in which the tubes of the kidney were blocked up by a peculiar colloid material, probably a degeneration of the epithelial cells, a In a very able paper, read before the Berliner medizinisehe Gesellschaft by Professor Leyden, and since published in the Deutsche reed. [/Vochenschrift for March 4, 1886, on " The Dropsy and Albuminuria of Pregnancy," he defines the nephritis of pregnancy as a disease associated with pregnancy, and he regards the condition of the kidney as distinct from all others. He examined the kidneys of three fatal cases in which there was eclampsia associated with albuminuria, and found "the kidney large and pale, the cortex yellowish and dull. Microscopic examination showed a very extensive loading with fat, especially in the tubuli contorti--to some extent also in the glomeruli and in the Malpighian capsules. The fat was distinctly present in large drops." When the kidneys had remained for a time in spirit the fat in great part disappeared, and then the organs, on microscopic examination, appeared to be normal; and accordingly he infers that this fatty condition is not a degeneration, but an infiltration. His view is that such morbid conditions am due to a prolonged arterial anaemia. He thinks it also explains the rapid recovery that so frequently follows delivery. Further, he regards as causes the changed conditions of pressure which affect the abdomen or the effluent urinary organs.
3. In recent years, a good deal of attention has been directed to the condition of the large glands of the body met with in ordinary pregnancy. The liver and kidneys have been found to exhibit a " l~eart Disease during Pregnancy (Macdonald). P. 241.
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Pathology and Treatment of Puerperal Eelampsia. change in their structure, said to be analagous to cloudy swelling. This state of matters, when met with in the kidney, is probably the beginning of that condition described by Leyden, and when it occurs in the liver it is probably the first stage of acute yellow atrophy. The view is "gaining ground that this parenchymatous degeneration of the liver in its early stage is the cause of the ordinary vomiting of pregnancy, while, if the changes in the liver become intensified, we have acute yellow atrophy, accompanied with the pernicious or uncontrollable vomiting of pregnancy. On the other hand, if the kidney is the organ that is specially affected, we have puerperal eclampsia. There can be no doubt that we are only beginning to discover the important bearings that changes in these two organs (liver and kidney) may have on pregnancy.
Dr. Braxton Hicks ~ has advanced the view that the convulsions mac cause the albuminuria, but this theory has not met with a great deal of favour. We know that albumen often occurs before the onset of the fits, and it is worth noting that albumen is not often detected after severe epileptic seizures--an argument which tells with considerable force against Dr. Hicks. Thus, in Dr. Gowers's admirable monograph on Epilepsy, he states that Dr. Beevor examined for him the urine after forty-two attacks in twenty-three patients, and in only one instance did he find a trace of albumen, and in this case, after another attack, it never could be found, b"
Believing, then, that there is some temporary change in, or permanent disease of, the kidney in cases in which eclampsia occurs, I may be fairly asked what is the relationship between the kidneys and the convulsions. Does the condition of the kidney cause the eclampsia ? or, vice versa, does the eclampsia give rise to the kidney lesion ? or, finally, are both conditions due to one primary cause ?
The following explanation has been put forward by Dr. Galabln :-Owing to the condition of the kidney, certain excrementitious products which should be eliminated are retained in the blood, and act as a morbid poison. This poison will affect the nerve-centres all the more easily from the circumstance that in pregnancy the whole nervous system is in a state of increased irritability. As evidence of this I need only mention such peculiar symptoms as neurMgia, salivation, nausea, fainting, dizziness, &c. But, in Obstetrical Transactions. ~rol. VIII. b Epilepsy (Gowers). P. 107. addition to these two factors--viz., the morbid poison and the irritable nervous system--we have another equally important element--viz., the presence of a source of reflex irritation in the uterus and in labour-pains. That reflex irritation is of the greatest importance as a cause is shown by the fact that half of the cases commence during labour-pains, and that a vaginal examination may start a fit, and finally that the convulsions so often terminate with delivery. In those rare cases of eclarnpsia, independent of albuminuria, reflex action alone may be the cause of the attacks.
It is still doubtful what the poison is. It may be urea, or carbonate of ammonia, or more probably some intermediate product; and the poison may act through the blood-vessels, or, what is more likely, it has a direct effect on the convulsive centre in the medulla. Another explanation of ecIampsia--the Traube-Rosenstein theory (so called from the two celebrated observers with whom it orig~nateda)--held sway for a considerable time in Germany. According to this theory the convulsions depend on cerebral aua3mia, which is brought about as follows :--The blood of the pregnant woman differs from the normal state of matters in that, while it is increased in volume, it is diminished in quality, being more watery. Further. as we have explained before, the general arterial tension is increased, and there is distinct hypertrophy of the left ventricle. Consequently we have watery blood propelled under increased tension by the enlarged heart. We have, as a result, cerebral hypera~mia, which in turn causes (edema of the brain. But this transudation of serum has its limits, after which it causes (by direct compression of the blood-vessels) anaemia. ]f this occurs in the cerebrmn there is coma, if in the medulla and ports convulsions are the result. This theory is very captivating, but unfortunately the records of autopsies show that there is no evidence of cerebral (edema in these cases; and, in the second place, if this theory was true, the more the (edema the greater should be the tendency to convulsions. Now, as a fact, it is well known that ordinary urmmic convulsions are most frequent just in those cases in which there is little or no general (edema.
We come now to what is of much greater practical importance-the treatment of this complication. I think we are all pretty well agreed that for the quieting of the convulsions there is no remedy so good as chloroform; and Barnes's rule is a safe or~e--to make a Rosens~eln, Die Pathologic und Theraple der Nierenkrankheiten, 1870. Von Ziemssen's Cyclopaedia. Vol. XV., p. 121.
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no examination, not to pass the catheter, and to force no food or medicine in any case where a fit is probable until the patient is under the influence of chloroform, a Dr. Lusk's plan is valuable-viz., after beginning with chloroform, to give per rectum half a drachm each of chloral and bromide, and to stop the anaesthetic when the effect of the other drugs becomes apparent2 Other remedies, such as pilocarpine, amyl nitrite, nitro-glycerlne, venesection, and morphine (subcutaneously), have at different times been recommended; but, in a severe case, with fits rapidly recurring, our sheet-anchor is chloroform. The question then arises--What is the best obstetric management of these cases ? In some of the cases, fortunately, labour has already commenced, and then our duty is to assist it ; but, if it has not begun, should we interfere ? I think there can be no doubt, considering how dangerous the complication is both to mother and child, that labour should be induced so as to empty the uterus. This can best be done by emptying the bladder and rupturing the membranes. If labour goes on favourably no further assistance may be needed, but in cases of delay we can use Barnes's bags, and turn or deliver with forceps according to circumstances. In certain mild cases, if there is a wide interval between the fits, and if in this interval there is an absence of coma, some recommend the administration of purgatives, and chloral and bromide; but I think, even in those cases (recollecting that statistics show that the prognosis is worse when the convulsions arise previous to labour), we must watch the patient very narrowly, and be ready to interfere. As a rule, on delivery the fits cease ; if they continue, the best line of ireatment is to administer chloral and bromide.
In many cases of eclampsia the attack comes on quite suddenly, and we are summoned first when the patient is actually in a convulsion ; but, in other cases, certain symptoms put us on our guard, and from their presence we should adopt a prophylactic treatment. Supposing that during pregnancy we find albumen present we should give purgatives, and keep the patient at rest and on a milk diet. examination of the urine shows that the amount of albumen is large and steadily increasing, if there are casts and (edema of the face and upper extremities, and if, in addition, any cerebral symptoms appear, then undoubtedly labour should be induced without delay. Further, if towards the end of gestation the urine becomes diminished in amount, if there is a good deal of albumen, and if to these symptoms be added the presence of headache, we should at once administer chloral, and keep a most careful watch on our patient, so as to be ready to induce labour if convulsions set in. TURNING now to the consideration of those other diseases, and more especially to the question of the pathological importance and treatment of the diseases of the uterine appendages, which are now commonly held to require operative interference, it may not be unprofitable to refer briefly to some of the earlier writers on this subject. This is, I think, the more desirable, inasmuch as--from the manner in which the attention of the profession has been recently attracted to ovarian and Fallopian tube diseases--it might be supposed that these complaints have only recently become recognised. In this respect the history of these disorders is of interest as illustrating the commonly evinced tendency in medical literature to confound new names with new facts. For it is unquestionable that inflammation, and the consequent pathological changes resulting therefrom, affecting the ovaries and Fallopian tubes were clearly recognised by the older pathologists and gyna~cologists long before the more scientific names by which they are now described had been made as familiar as household words by their successors. With regard to ovarian disease this fact is, I believe, generally admitted, and hence I need not refer further
